Sickle cell disease may manifest with cerebrovascular and systemic complications. Sickle crisis that results in avascular necrosis of long bones with resultant cerebral fat embolism syndrome is rare and has a characteristic ''starfield'' pattern on MRI. This ''starfield'' MRI pattern should raise suspicion for sickle cell crisis in patients without a known history of the disease, which can lead to earlier sickle cell red blood cell exchange transfusion and treatment. We present a case of a male who presented emergently with acute seizure, coma with a characteristic MRI pattern, which lead to the diagnosis of avascular bone marrow necrosis and cerebral fat embolism syndrome from sickle cell crisis Keywords cerebral fat embolism syndrome, bone marrow necrosis, sickle cell disease, seizure, magnetic resonance imaging (MRI)
A 23-year-old man with sickle cell disease presented with a 2-day history of dehydration, progressive behavioral agitation, and generalized tonic-clonic seizures. Cerebrospinal fluid and infectious disease workups were unremarkable. His hemoglobin was 8.1 g/dL, and multiple sickle cells were seen on his peripheral blood smear. Hemoglobin S was elevated to 51% (normal: 0%). An emergent packed red blood cell exchange transfusion was initiated. Initial brain magnetic resonance imaging (MRI; Figure 1 ) showed multiple strokes. Cardiac, hereditary hypercoagulation profile, autoimmune, and vasculitis workups were unremarkable. Ten days later, he remained comatose without ongoing activity of seizure. A repeat brain MRI ( Figure  2A and B) showed evolution of the diffuse microvascular pattern.
Cerebral fat embolism syndrome (FES) was suspected, and an MRI of his pelvis showed patchy bone marrow abnormalities ( Figure 3 ). Formal bone marrow biopsy and aspirate showed extensive intramedullary necrosis ( Figure 4) . He remained in a persistent coma.
Discussion
Fat embolism syndrome typically presents with a pulmonary, central nervous system and cutaneous manifestation triad. 1 However, acute/subacute mental status changes and seizures without the classic FES triad are possible and could pose a diagnostic dilemma. Seizure can cause acidosis and hypoxia, which can paradoxically worsen the microvasculopathic Figure 1 . Initial brain magnetic resonance imaging (MRI) reveal multiple, diffuse punctate, and patchy foci of restricted diffusion and gradient echo peppered throughout the white matter in the frontal, parietal, and occipital lobes, the posterior limb of the internal capsules, and the cerebellar white matter bilaterally. Postgadolinium images reveal multiple punctate foci of enhancement corresponding to the areas with restricted diffusion suggestive of subtle blood brain barrier breakdown, consistent with diffuse microvasculopathic infarctions. The MRI of the brain shows (A) numerous diffuse subcortical ''starfield'' pattern of diffusion-weighted images (DWIs), which correlate with apparent diffusion coefficient (ADC; B). C and D show the gradient echo (GRE) sequence and microhemorrhages throughout the cerebral and cerebellar regions. crisis, causing delayed hypoxic-ischemic injury. With cerebral FES, brain MRI typically demonstrates multiple nonconfluent areas with a ''starfield'' pattern. 2 Appearance of long bones on MRI can vary with different stages of bone infarction. 3 This case demonstrates the need for a high degree of clinical suspicion, as early aggressive hydration and RBC exchange transfusions are fundamental to optimize outcomes. 1 
